A patient with nausea and vomiting who subsequently proved to have systemic lupus erythematosus is described. Although gastrointestinal involvement is common in systemic lupus erythematosus it is rare as an initial manifestation. Gastric outlet obstruction was shown on the air contrast examination while the mucosa at endoscopy was normal. The gastric symptoms regressed after treatment with high dose corticosteroids and a repeat air contrast examination of the stomach was normal. This stricturing process may have been caused by a local peritonitis. (Gut 1994; 35: 841-843) In that same vacation she had been treated with cotrimoxazol because of dysuria and developed a facial rash, which was attributed to the cotrimoxazol treatment. On admission the patient complained of nausea, vomiting, diarrhoea, and abdominal cramp for three months. During that period her weight had dropped from 46 to 41 kg. A careful history showed some intolerance to sunlight. She had also suffered from pain in her hand joints. She used butylscopalamin for the abdominal cramp.
A patient with nausea and vomiting who subsequently proved to have systemic lupus erythematosus is described. Although gastrointestinal involvement is common in systemic lupus erythematosus it is rare as an initial manifestation. Gastric outlet obstruction was shown on the air contrast examination while the mucosa at endoscopy was normal. The gastric symptoms regressed after treatment with high dose corticosteroids and a repeat air contrast examination of the stomach was normal. This stricturing process may have been caused by a local peritonitis. (Gut 1994 given (Fig 1A, 2A) . This showed a normal pancreatic polypeptide response thereby excluding an impaired vagal cholinergic stimulation of the stomach. Examination of ascites fluid did not show malignant cells but showed 05x 109 leucocytes/l, mainly macrophages but no lupus erythematosus cells. Because there was no support for the diagnosis of malignancy the gastric outlet obstruction was assumed to result from focal SLE related peritonitis, and the patient was eventually treated with 60 mg of prednisone. During this treatment the clinical condition of the patient improved considerably. The parental feeding was stopped and the patient could eat normally again. Because of the good clinical response it was not thought ethical to perform laparotomy or laparoscopy to obtain biopsy specimens of the serosa to confirm the diagnosis histologically. A follow up air contrast radiographic examination of the stomach showed no abnormalities (Fig 1 B, 2B ).
Discussion
The patient described was admitted because of severe vomiting caused by a gastric outlet obstruction. As there was no evidence of malignancy, the gastric abnormality was attributed to SLE. This diagnosis was supported by the disappearance of symptoms and normalisation of the air contrast examination.
Gastrointestinal symptoms are common in SLE but as a presenting manifestation they are rare.2-6 Severe gastric outlet obstruction seems to be extremely rare. In patients with SLE who have gastrointestinal symptoms, drugs, uraemia, and other concurrent diseases may be involved. Possible mechanisms related to SLE are serositis of the peritoneum and lupus enteritis.2 In necropsy studies signs of peritonitis have been reported in up to 70%.7
Gastrointestinal symptoms have also been attributed to lupus enteritis where a small vessel vasculitis has been found in the submucosa.2 8 In this last study, however, the diagnosis was based on clinical grounds without pathological proof.
In systemic diseases other than SLE, especially vasculitic syndromes like polyarteritis nodosa, Wegener's granulomatosis, dermatomyositis, and also in Behcet's disease peritonitis can be a feature too. In these diseases peritonitis usually occurs after the gut has been affected by vasculitis of intramural vessels. Isolated peritonitis, however, caused by arteritis of subserosal arteries most commonly occurs in SLE.9 10 Motility dysfunction of the oesophagus, stomach, and small bowel can lead to dysphagia, outlet obstruction, and pseudoobstruction. 4 Our patient had a gastric outlet obstruction with diminished gastric emptying. Possible mechanisms involved include vagal neuropathy or localised serositis of the peritoneum. Despite multiple gastric biopsies no evidence of vasculitis was found. The normal insulin hypoglycaemia pancreas polypeptic test excludes vagal neuropathy.12 It is possible that Gastric outlet obstruction as a presenting manifestation ofsystemic lupus erythematosus 843 she suffered from a focal serositis of the gastric peritoneum restricting gastric dilatation. To our knowledge only one case of localised serositis of the stomach in a patient with SLE has been described before. 13 The diagnosis was made at laparotomy. In this patient, however, there were no signs of gastric outlet obstruction. Other arguments in support of focal SLE related serositis as the cause of the gastric outlet obstruction, were the thickened wall of the stomach, the presence of ascites, and the clinical and roentgenological response to steroid treatment.
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